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Summary Establishing a diagnosis of primary HIV infection (PHI) is important for both the
affected individual and public health, because the newly infected individual might readily
transmit HIV to others. Unfortunately, diagnosing PHI is hindered by its non-specific presentation,
among other factors. We report the case of a patient with extensive multiple organ involvement
(fever, rhabdomyolysis, myocarditis, pancreatitis, bilateral renal infarcts, acute renal failure and
anemia) in the setting of documented HIV seroconversion as an unusual form of PHI.
# 2008 International Society for Infectious Diseases. Published by Elsevier Ltd. All rights reserved.Introduction
Diagnosis of PHI is both relevant and challenging. Due to its
non-specific symptoms and the self-limiting presentation
clinicians may easily miss the diagnosis. Herein we report
the case of a patient who presented to the Emergency Room
acutely ill with multiple organ involvement. After the case
report we discuss about PHI and different organ involvement
on the basis of a literature review.
Case report
A 19-year-old Haitian-American female presented with a ten-
day history of progressive weakness and myalgias affecting* Corresponding author. Tel.: +34 630585111.
E-mail address: joserrapa@gmail.com (J.R. Pan˜o-Pardo).
1201-9712/$36.00 # 2008 International Society for Infectious Diseases.
doi:10.1016/j.ijid.2008.09.010both lower extremities. Four days before admission, the
patient experienced progressive nausea and vomiting to
the extent of intolerance to all food. Additionally, she
described a macular rash affecting both forearms that
appeared two days after the onset of her symptoms and that
had almost cleared by admission. She denied having fever,
chills, or respiratory, genitourinary or abdominal symptoms.
Her past medical history was only remarkable for two first-
term spontaneous abortions and a non-complicated preg-
nancy with vaginal delivery of a healthy female eight weeks
before the onset of her symptoms. At delivery, screening for
HIV was negative. Hepatitis B and C virus serologies were also
negative. A history of tobacco, alcohol or illicit drug use was
denied. She stated that she had not been sexually active
since delivery. There was no history of any blood product
transfusion. She had been living in the United States for the
past four years. On admission, she was febrile (101.3 F) and
tachycardic (120 bpm), with a blood pressure of 106/68Published by Elsevier Ltd. All rights reserved.
Figure 2 Abdominal CT scan showing at least one right renal
infarct.
e178 J.R. Pan˜o-Pardo et al.mmHg. No enlarged lymph nodes were found on examination.
Cardiac, pulmonary and abdominal examinations were nor-
mal. There was significant muscle weakness in the lower
extremities to the point that she could not rise from a chair
without assistance. Deep tendon reflexes were present and
symmetrical, without any significant abnormality. No sensory
abnormalities or tetany were found. Her initial blood cell
count revealed: hemoglobin 10.2 g/dl; white cell count
7.9  109/l (neutrophils 59%, lymphocytes 33%); platelets
290  109/l. Serum chemistry showed impaired renal func-
tion (creatinine 2.3 mg/dl; blood urea nitrogen 79 mg/dl),
increased creatinine phosphokinase (CPK) (10 681 U/L) and
cardiac enzymes (CKMB 9.0 ng/ml; troponin T 0.21 ng/ml),
elevated transaminases (SGOT 153 U/L; SGPT 103 U/L) and
LDH (3191 U/L), and normal alkaline phosphatase and bilir-
ubin. Hypocalcemia (ionized Ca2+ 0.84 mmol/l) and severe
hypomagnesemia (Mg2+ 0.6 mg/dl) were also observed. Phos-
phorous was within normal limits. C-reactive protein and
erythrocyte sedimentation rate were 4 mg/dl and 140 mm/
hour, respectively. Urine sediment showed 5 red cells/high
power field and 13white cells/high power field. A drug screen
of urine was negative for cocaine, cannabinoids, opiates,
benzodiazepines and amphetamines.
The patient was empirically treated with intensive fluid
and electrolyte replacement, vancomycin and piperacillin/
tazobactam. One of four blood specimens collected before
antibiotic therapy yielded Klebsiella pneumoniae. The
patient progressively recovered strength in both lower
extremities, her muscle pain resolved, her renal function
returned to normal, and CPK, pancreatic enzymes and liver
function tests significantly improved. Daily spikes of fever
continued and the hemoglobin dropped to 6.8 g/dl on hos-
pital day 4. Troponin T slightly increased to a maximum of
0.87 ng/ml on hospital day 8. Cultures of urine and additional
blood specimens (six) were negative. There was no clinical
evidence of bleeding. No antibodies to red cells were found
and haptoglobin was within normal limits. A computed
tomography (CT) scan of the chest and abdomen on hospital
day 5 found mild bilateral pleural effusions and bilateral
renal infarcts, but no pancreatic edema or necrosis, nor
intra-abdominal abscesses or collections (Figures 1 and 2).Figure 1 Abdominal CT scan showing two left renal infarcts
(arrows).A transthoracic echocardiogram on hospital day 7 showed
mildly depressed left ventricular function (left ventricular
ejection fraction of 45%), but no vegetation was found. This
was confirmed by a transesophageal echocardiogram per-
formed 48 hours later. As part of the diagnostic work-up,
several immunological and serological determinations were
requested. Antinuclear antibodies were found at a titer of
1:40 with a speckled pattern and anti-cardiolipin IgG was
mildly positive (17 GPL/ml; normal value < 12 GPL/ml).
Complement (C3, C4), anti-neutrophil cytoplasmic antibody
(ANCA), anti-Jo-1 antibody and cryoglobulins were either
negative or within normal limits. Epstein—Barr virus (EBV)
IgG against viral capsid, anti-toxoplasma IgG and anti-
parvovirus B19 IgG were positive, whereas IgM assays for
all of thesemicroorganismswere negative. Serologymarkers
for hepatitis B and C, rapid plasma reagin (RPR) and the
treponemic test (TP-HA) were all negative. ELISA and wes-
tern blot for HIV were positive. Western blot showed just
two bands. The HIV RNA viral load was >100 000 copies/ml,
and absolute and relative CD4 cell counts were 264 cells/ml
and 8%, respectively. The absolute CD8 cell count was 2905
cells/ml, accounting for a percentage of 86% and a CD4:CD8
ratio of 0.09. The patient continued to improve and was
discharged on hospital day 15 to attend an HIV clinic. She did
not attend the appointment at the HIV clinic and was lost to
follow-up.
Discussion
Up to 90% of people with PHI are either symptomatic or
paucisymptomatic. Symptoms usually occur 2—6 weeks after
exposure to HIV,1 although incubation periods as long as ten
months have been observed.2 Typically, PHI presents as a
mononucleosis-like syndrome, with fever, adenopathy and
pharyngitis as the most frequently associated symptoms.
Rash, myalgia, headache and diarrhea are relatively common
too. Thereafter, the clinical picture is usually non-specific,
hindering a prompt diagnosis of HIV infection.
The patient presented with multiorgan involvement
encompassing rhabdomyolysis, myocarditis, pancreatitis,
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documented seroconversion for HIV. Might this entire clinical
presentation be attributable to PHI?
Acute rhabdomyolysis in the setting of PHI has been
previously described. In 2003, McDonagh et al.3 reviewed
the medical literature and found 11 cases in addition to the
one that they described. In two of the patients reported,
co-infection with cytomegalovirus (CMV) was found; in five
other cases, toxic etiologies were not excluded. Symptoms
improved spontaneously within days of the initial clinical
presentation in most of these patients.4 Myalgias and
weakness were the predominant feature in our patient;
they resolved completely within days. Whether the mus-
cular involvement was primary or secondary to the severe
metabolic disturbances related to pancreatitis-associated
hypocalcemia and hypomagnesemia or to other factors
cannot be ascertained. Nevertheless, as muscular symp-
toms were the initial and predominant manifestation of
the disease, and nausea, vomiting and other clinical fea-
tures appeared somewhat later, we believe that rhabdo-
myolysis was related to the PHI and not to the electrolyte
disturbances.
Cardiac involvement, mainly myocarditis or myopericar-
ditis, has also been associated with PHI, in at least four
cases.5,6 In one patient, co-infection with CMV was docu-
mented.6 Additionally, in at least one patient, the presenta-
tion was fulminant, requiring left ventricular mechanical
assistance.5 We think that the transient decrease in left
ventricular function and the troponin T elevation despite
normalization of CPK in our patient indicate PHI as the most
likely etiology of her myocarditis, although this remains a
presumptive diagnosis.
To our knowledge, a total of seven cases of acute pan-
creatitis associated with PHI have been reported.7,8 As in this
case, at least three of these patients did not present with
abdominal pain. In two of them, the clinical picture was
typical of a mononucleosis-like syndrome. The acute pan-
creatitis resolved without further associated complications
in all of the reported cases.
Bilateral renal infarcts were unexpectedly detected by
a CT scan of the abdomen performed to assess the acute
pancreatitis for possible complicating bacterial infection.
No cardio-embolic source could be found. Therefore,
large-vessel thrombosis or diseases such as vasculitis were
the more plausible pathogenic mechanisms involved. Renal
artery thrombosis in the context of an antiphospholipid
syndrome was considered because of the demographic
features and the history of previous spontaneous abortions,
although the low titer of antiphospholipid antibodies made
this diagnosis less likely. In the setting of multiorgan
involvement with a significant increase of inflammatory
markers, ANCA-negative large-vessel vaculitis seemed rea-
sonable. As the patient rapidly improved, further tests,
such as angiography, were not deemed necessary. Miller
et al.9, in a retrospective review of 18 abdominal CT scans
of patients with AIDS, found that two (11%) had renal
infarcts, but unfortunately no clinical data indicating an
etiology were available for those patients. Necrotizing
large-vessel vasculitis, among other vasculitides, has been
associated with HIV infection,10 but to our knowledge
no cases have been reported to occur in the course
of PHI. Usually, vasculitides in HIV-infected patients aresecondary to opportunistic infections and result from unu-
sual pathological expressions of some of these infections.
Bilateral renal infarcts could have contributed to the
impaired renal function in our patient, but we believe
that the acute renal failure was mostly prerenal in the
setting of volume depletion due to vomiting and food
intolerance.
Finally, the anemia did not seem to be related to
hemorrhage, nor was hemolysis demonstrated. Anemia
was most probably multifactorial, secondary to inflamma-
tory (‘chronic’) disease, hemodilution and perhaps iron
deficiency in the post-partum setting, even though this
last was not documented.
We did not find an alternative explanation for this
bizarre clinical presentation, other than the documented
PHI, although we cannot exclude concomitant acute CMV
infection. The positive blood culture for K. pneumoniae
prompted treatment with antibiotics, but the length of
symptoms before admission, the absence of a primary
source of Gram-negative bacteremia and the clinical
course do not support this diagnosis. There is a discrepancy
between the severity of her illness at presentation and the
‘‘minimal’’ bacteremia — if only one of four blood speci-
mens yielding growth can be interpreted as a sign of
minimal bacteremia — suggesting that K. pneumoniae
bacteremia was not the cause of her symptoms. Interest-
ingly, Tattevin and colleagues recently reported the case of
a 16-year-old female who presented with multiorgan fail-
ure in the setting of PHI, but showed no other contributory
factors.11
To conclude, PHI can present as a variety of syndromes and
should be included in the differential diagnosis of diseases
that present with multiple organ involvement. Diagnosis of
HIV infection in this phase of the disease is important for the
sake of both the patient and those who might be infected
through contact with the patient during the most contagious
stage of infection. With early diagnosis, the infected patient
can receive appropriate treatment and counseling on how to
avoid high-risk behaviour.
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